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WE: B8 TR U EA L OB (HDAC) 7ERE 22 ) G e i AR R I o ST A i 2
B RIS H RIS ROR (PPL% ) BIARRNE . 3% B2 2081 10 1 Sprague-Dawley #ff FRBEHL ABRYL (n =5)
FX AL (n=5) . TALURIIES 9 K, BRI 2 (AR IKTEST 10 mg - kg™ MU AFER (Poly 1.C) , X} IRLL 22 4 T
SERICRAEHER K o 3 h T R RBKIBUIL , SR PR S W R Al 2 28 2¢ B 3K A 4 28 (IL) -18 \IL-6 il i
TS -t (TNF-o0) KPR 2 SRR BE T AR A o 5 2 228 WU 28 A AR AR 7™, 1 RUEE 2R R 50 21 Rl ik
WOEE 5 AR SR R o e AR BT AT (B AR IR 565 40 2K ) I R4 ik oo o 00 3, A HG 2[RI AZ R e
FIEDIRE . SR SEI PO E ik 5 M BE =R AGIN 2 45~ A B T S AT AEZH 21 vh HDAC S0 9 5 P9 ik ok

Vo ER BRI RN TL-6 IL-18 TNF-a KA 3w T XTI (P <0.05) o FERTIK At 375 dBI 45
UL FARTT AR SRR PPL% (25K T0 BRZEL (P <0.05) s i Bk il 80 .85 dB I, #EU 45 %] IR 2H 11035 IR

B PPI% LL 522 R RS iH4  L (P>0.05)  FE&AH A 7 20 1 K Bl HDAC3 \HDAC4 . HDACS \HDACY
HDAC10,Sirt mRNA 357K F AL T3 B FAAUR R (P <0.05) ,HDACS mRNA ik /K7 i 38 TX B AR
B (P <0.05) s BRIZH 5% B2 18 K i HDAC1 (HDAC2 (HDAC6 \HDAC7 \HDACI1 mRNA ik /K 4522 7 04 it
HEX(P>0.05), fEiGEAL BERA T4 K B HDACL \HDAC8 \HDACI10 mRNA 3% 3K /K- I AR T X R4 71X
KE (P <0.05) ,HDAC2 HDAC5 mRNA 33k /K -5 3 = T X PR F AR B (P <0.05) s BRI 55 %) IR 4] T 10 KB
HDAC3 HDAC4 HDAC6 HDAC7 .HDAC9 .HDACI1 Sirt mRNA F3E/K V2 B RS2 L (P >0.05) . 7EFAE
HE BRI TR R HDAC6 (HDACIO0 mRNA ik /K7 i I T3 B0 F UK R (P <0.05) s BEA2H 5 5% B4
Ak B HDAC1 \HDAC2 HDAC3 HDAC4 \HDAC5 HDAC7 HDAC8 .HDAC9 HDAC11 ,Sirt mRNA 3235 /K - L4525 5 45
TGt L (P>0.05) . 2 HFAL K RE S HH | HDAC2 mRNA £iA/K V-5 75 dB B i1 PPI% 25 AHE (r=
-0.965 P <0.05) ; &t 4141 h HDAC10 ,Sirt mRNA 35K -5 75 dB B () PPI% 2 1E A6 (r=0.946 0. 925, P <
0.05) . &5 2RI poly 1. C XFU R HDAC ZKER 2R H ik BAA B 250w, H -5 7R B 0 ek
B[ 14 SZAAHIE , 33X AT ARG # 43 BERE I R R ML B 250 ia I IR SR SR LB & R

KGR . AR 20 B0 5 e [ 1 5 20 1 25 S BE AL
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Role of histone deacetylase in the sensory gating impairment of offspring during puberty caused by
immune activation in pregnant rats
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Abstract; Objective To investigate the expression of histone deacetylase (HDAC) isoforms in the frontal lobe , hippo-
campus and liver of offspring rats delivered by rats with maternal immune activation and their correlation with the efficiency of
prepulse inhibition (PP1% ). Methods Ten pregnant Sprague-Dawley rats were randomly divided into the model group (n =
5) and control group (n=5). The rats in the model group were injected with 10 mg - kg™ polyinosinic-polycytidylic acid

(Poly I;C) via the caudal vein on the 9" day of pregnancy, while rats in the control group were given the same volume of
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sterile physiological saline. After 3 h,blood was collected from the caudal vein,and the levels of interleukin (IL)-18,1L-6 and
tumor necrosis factor-a ( TNF-a) in the plasma of pregnant rats were detected by enzyme-linked immunosorbent assay to
evaluate the immune activation status. The pregnant rats in the two groups were fed until natural delivery,the offspring rats were
weaned on the 21* day after birth,,and the male offspring rats were fed continuously. A prepulse inhibition test was performed at
puberty (the 40" day after birth) to evaluate the spatial recognition memory and sensory gating function of the offspring rats. The
expression levels of the HDAC gene family in the hippocampus, frontal lobe and liver of offspring rats were detected by
real-time fluorescence quantitative polymerase chain reaction. Results The plasma IL-6,1L-18 and TNF-a levels in the model
group were significantly higher than those in the control group (P <0.05). When the prepulse stimulation was 75 dB, the
PPI1% of the offspring rats at puberty in the model group was significantly lower than that in the control group (P <0.05).
When the prepulse stimulation was 80 and 85 dB,there was no significant difference in PP1% between the model group and the
control group (P >0.05).In the frontal lobe, the expression levels of HDAC3, HDAC4 , HDAC8 ,HDAC9,HDACIO and Sirt
mRNA in the offspring rats in the model group were significantly lower than those in the control group (P <0.05) ,while the
expression level of HDAC5 mRNA was significantly higher than that in the control group (P <0.05) ;there were no significant
differences in the expression levels of HDAC1,HDAC2 ,HDAC6 ,HDAC7 and HDAC11 mRNA between the model group and
the control group (P >0.05). In the hippocampus, the offspring rats in the model group had significantly lower expression
levels of HDAC1,HDAC8 and HDAC10 mRNA and significantly higher expression levels of HDAC2 and HDAC5 mRNA than
those in the control group (P <0.05) ;there were no significant differences in the expression levels of HDAC3, HDAC4,
HDAC6 ,HDAC7 ,HDAC9 ,HDACI1 and Sirt mRNA between the model group and control group (P >0.05). In the liver
tissue, the expression levels of HDAC6 and HDACI0 mRNA of the offspring rats in the model group were significantly lower
than those in the control group (P <0.05) ;there were no significant differences in the expression levels of HDAC1 ,HDAC2,
HDAC3 ,HDAC4 ,HDAC5 ,HDAC7 ,HDACS8 ,HDAC9 ,HDACI1 and Sirt mRNA between the model group and the control group
(P >0.05). The expression level of HDAC2 mRNA in the hippocampus of offspring rats in the two groups was negatively
correlated with PPI% at 75 dB (r = —0.965,P <0.05) , the expression levels of HDAC10 and Sirt mRNA in frontal lobe
tissues were positively correlated with PP1% at 75dB (r =0.946,0.925;P <0.05). Conclusion Pregnancy Poly 1:C infection
has significant effects on the expression of HDAC family proteins in offspring rats,and which is related to the impairment of
early sensory gating,this may provide new ideas for the research in pathogenesis and drug treatment of schizophrenia.

Key words: pregnancy infection;schizophrenia;sensory gating impairment ;histone deacetylase

A #10 ZUAE ('schizophrenia, SZ) 2 —Fl & UL H
S 2R I B PRI 28 7 IR 2R , HUIG AR 24,
FEERIA BHPEREAR ()98 2 A8 B B8 B A5 |
FrREALAE) BAPERER (CF B D I BOR BT L
Bl . BAR— R AU R 2 v] LA
ROtk B AR, (EL X 3 B 1 o R R DA R s A
st . HAET SZ R HLEIAN . BT R,
I AT BB T S SZ 77 ARG oo BEIE AR Y R 22
BL 22— o TR 19 R o e 0 8
FE VR JT , J8 T M ) — I I 5 Dy Rg , JL g T 2
SEOTC B H OB 2, 518 SZ R BT /R IR T
BRSSP o 1 R BUBERY b AT L s
Hif Bk i i ( prepulse inhibition , PPT) 5256 45 1 J84 56
IIHETIRE . PP sl s W R A — Fb O 4 AL
i, D REES B Sh 4 R T 42 AR

20 3 5 L BEAL B ( histone deacetylase, HDAC)
TEHEAL b BELRSY, AL AR N s & AL 1
RIRiE OB, [ E H 5 DNA 255 B 5%
et i el U3 31 X DNA PG 55
SREGMEG N B R 2 23 . 2 H
AR IR, NSEHEH P 2 18 Fl HDAC, AR 4 /7 51

FEER IR P 4L 43y 4 R ot im i it Sz
F R PR DA R s A 1 32 g Bt . Y RO,
HDAC #5 FH3K S R85 0 5 & oot  ph &
BT Y A& AR HA A G, B % HDAC #4
R HAT AR LA S i 22 1R A T PR o BDIR 2
HFEA T 0T HDAC 5B R A2 HIRER S,
J R S A T R A dth 25 T BOR R RN, i
HDAC A ) AT RE 23R B 4 R T RICR
78 Bl 0 % 1075 ( maternal immune activation,
MIA) F SZ K B ARLETE A TN A 78 i kil |
BRI 2R & kIS PRI, BFFERB, B
2P B S R B O 5 Uk A SZ SRl
JE BRI RGN AT 06 o A MIA 0L o B
TEA I 5 32 93 B AR AU ) 5 LML H R ( polyinosinic-
polycytidylic acid, Poly T C) il g Pl ¥~ =l HoAth S 5
UV A5 B 2 VRS Ak B S AT DA BE A S 0 R 8 I
87, 0F 17 5 0BG LB R k. R 2 )
Poly 1. C iy FARUIEMGIE 52 (AR B2 ph s b2z LA
KAT 2% 5 J5 TR REAR G MBS 400 SZ 1)1 22 9 PR E
iENY TS TR R BRI BRI . 75 MR &
REWOCHEHE, AU R, SZ B3 i Im AE AR
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LRI THHREN o AT MIA FALH 5
WK B HDAC 3 [N 3K 7K, LA SZ 99 BEHL
HHFTE SRR, Pl HDAC 245 nf RIAE
TEAEREGEE SZ ARG 25 PP AR LS IR A0

1 #R5FE

1.1 LIz

20 H R @ R &% 8 JA iy Sprague-Dawley
(SD) KRB A Jb 5t 4 F 42 5250 Sh P H R A BR 2
A [ VPR UES : SCXK ( 51) 2016-0006 | , #fE | B 45 F
R 5 2 250 go KA 3% 4% 1 Dt/ R 4
12 h 12 b FEXREE N (57 £2) % BN (22 +
2) C, PRUEFE LK AN FE 2 B P BERT
1.2 FERAFEKHF

Poly I.C %) H 2€ [E Sigma-Aldrich /A &, H 2 it
412 (interleukin, IL ) -18 , IL-6 Fl if J&% $8 7€ A F--«
(tumor necrosis factor-o, TNF-ou ) Filf BE G0 058 S5z o 46
G & H AP EAAE YR FRZ R, TRIzol 35
FRIE F 56 [ Invitrogen 23 W, SEI 5O 5 45 BB
# 2 7 (real-time fluorescence quantitative polymerase
chain reaction, qPCR ) & 7| & W B 2 |8 58 Bk K Y
7] ;qPCR X W) H & Applied Biosystems 7\ ],
SM-1000-11%1 PPT #5545 M) H 22 [F Lafayette /3] .
1.3 MIA KRR G &

ASKIFSE A0 R A A PR P 2 SR A AR
MZ B2t 2% MUELLER %6 (B9 05,
R B AR 3R 2 J5 IS TF I B A o M B i B
TEARAE YR IAEE 1 RIARE K Z 222 10 R
WEFRBEN L AL (0 =5) MRS BRZH (n=5) . 1E
GEORIAES O K (G9) , B AU 20 7 Bl 2 J8 i Ik 1
10 mg - kg™" Poly I:C, X HALH 22 f 45 T S R ARG I
AFEK o 3 h S R DK IBCIL , SR P IR 6 928 1% i
LA 2 2070 B 3K AP IL-1B IL-6 Al TNF-a0 7K,
PR A B SR B R AR S
1.4 2 BFKKER PPL&N

2 AR R R4 . TRIEH AR
21 KIFL, Se B rE 5 AR Ak 240 3 . 767 BT &
(BRI AE S50 40 X) kAT PP, & Jeds 5 ge
KEE T HREI 2, 8N 5 min J5HFERSEH . 155
WS 70 dB, BN Sz 5 0 B2 Ry 40 ms 120 dB
PR i K R B 23551 20 ms 75,80 .85 dB
PR R ZESUTR I B RT 100 ms 25 if Jok vl ok 38, T
J% 5 R IR Rz A = (B 70 dB, 120 dB,75 dB +
120 dB,80 dB +120 dB,85 dB + 120 dB) , & Fl{Hi A
FA 10 4> 3% 50 A Sz i BEALHR A , B4~ e

N2 [B) -S4 ] 15 s (7 ~23 s BEHLIEIRG) ,iC A
PR SN 1) H5e KRN B0 LR 5 1 2 2% Sk
[ 147, PPLGINZ, 53 5k mi bk oh 410 i 23R (PP1% )
FoRo PPI% =[1 — (T0UbK a6 1 e s i e/ B
ko BRI ) ] x 100% 1
1.5 PCR &l FREE KRGS M KBRS
#th HDAC Rk EERIX

2 2R ER Y PPT ARSI S8 58 5, 22 1E 5 1) 77
2 d, SR 20 g « L7 AL EL 224 (60 mg - kg™")
L s e B ORI K R, BT Sk BB O P A B R K b gk, 1
00 T S TR BT S S B 220 - 80 C 1y
VKA AR

43 BIEL 50 mg AR FRAH T R4 4
JIA 1 mL TRIzol J& iU BF B85 i, 5737 , HEEUEL RNA,
ffi i Thermo Fisher Scientific Power Up™ SYBR™
Green Master Mix ( A25742) X HDAC Z: [N ¥ 7
qPCR. KA 278 H A SE IR B M 6k i
519 i R B A W R A BR A A
HDAC1 JE[H 355181551k 5/ -ATAATGTCGCTCG-
GTGCT-3", F #8145 51 N 5 -ATTGGAAGGGCT-
GATGTGAA-3'; HDAC2 J:[H 581 4 F 5 K 5'-
ATCCGCCAGACCATCTTTG-3", F i8] 455 K 5'-
TCAATCCTGGCTTTTTTGGC-3 s HDAC3 H:[H | i35
Y E 51 K 5'-ATCCGCCAGACCATCTTTG-3', F 75|
Y551l 5'-TCTCCACATCGCTTTCCTTG-3' ; HDAC4
A WS Y FES N 5'-TCCGTGTTTGTCAGGCT-
TCC-3', Fis|¥F 51 H 5'-TCCACTACACAGCCTA-
CAGCCA-3'; HDACS A EWigl 4 K % K 5'-
GTCGAAAGGATGGCACTGTT-3', F % 8] ¥ ¥ %1 Ky
5'-AGCCAGTAAAGCCGTTCTCA-3'; HDAC6 %t [A
Wis| ¥ ¥ 9l 5'-CAGCGCAGTCTTATGGATGG-3'
TSI Y S N 5'-AGCCGTCGGATGGAGAAATAG-
3'; HDACT7 H:H E 781 % 5 3y 5'-TAGCCAG-
CAGTGTGGTCAAG-3; F 75| ) 5 51 g 5'-CAGG-
GATTTCTTGGGTTTGTAG-3' ; HDACS J:[H F 75| 4
F£ 51 J 5'-CTCAGGCTGAGTCTGAAA-3', F i 81 ¥
FE %1 4 5'-CTTCACAAGGGAATCGCA-3; HDAC9 It
i B 9 FE 51 R 5'-GCAGAGGCAAGAACAG-
GAAG-3', F i8] ¥ 551 & 5 -TGATCCAGTGATGT-
GTGGTG-3'; HDACI10 A i8] 4551 N 5'-GT-
GCCCTGGAGTCTATC-3', F % 5l % ¥ %1 K 5'-
CCAAGGCAACAGCTATG-3'; HDACI1 3t [H I i3 5
YJF 51K 5'-TCACACTGGCTATCAAGTT-3", F 75|
YR N 5'-GTAGATGTGGCGGTTGTAAA-3' 5 {iT 2k
F A EY 7 (Sirtuin, Sirt) 56 RS9 )5 518
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5'-CCAGATCCTCAAGCCATGTT-3', F s | ¥ 551
5'-CCAAAATTGCTTTCCTTCCA-3 ; Py 2 3 [ 1 31
P -3 -1 1 i & i ( glyceraldehyde-3-phosphate dehy-
drogenase, GAPDH ) I ¥i# 5| ¥ /¢ %1 i 5'-GGAGC-
GAGATCCCGTCAAGA-3, F i 8| 9 % 9] H 5'-CA-
CAAACATGGGGGCATCAG-3',
1.6 Zit=#abiE

J il SPSS 20. 0 FiI Graphpad Prism 8. 0. 2 % {}:
BEATGETH 2 00 B e AP A IR 40 A 1 T Bk LY
B ARUEZE (0 +5) 0,2 2R [E] LU BCR AT FEA «
Hor 5 R FH B ZR b A 5 0 M7 R A7 AH S AR 23 s P <
0.05 Ky 2= A G55 Lo

2 #R

2.1 24ZR Mm% IL-6 IL-18, TNF-a 7k F LL 5

BERLZH 28 B 3K h 1L-6 (IL-18 \ TNF-a0 7KF- 43
B7(55.49 +11.86) .(128.90 +3.29) (299 496 +
9 851) ng « L™ X #4127 i 2%+ 1L-6 \IL-13  TNF-a
A (23,42 £9.02) (35.92 £6.37) . (106 301 +
22 137) ng - L' BRI 20 Ul 3% 106 1L-18 \ TNF-a
KPR EEFXEA, ZRAFITFE X (1=
3.730.22.481 .13. 814, P <0.05) . #7522 B 2 1)
BRI )
2.2 2 AFRKR PPLML RILE

FEAIZH T 70 R BRUAE F K ol 8y 75 .80
85 dB I} PPI% 43 5|24 (47.96 £9.90)% . (57. 11 +
10.43)% .(61. 16 £8.87)% ; Xf B4 TAUE H MK
SRPEHT Bk o ) 5%k 75 .80 .85 dB B} PPI% 43 51| 4
(63.57 £12.46)% . (64.60 +£20.16)% . (69. 56 +
14.67) % . TERGIKMOAIECK 75 dB i, A2 4K
BRI M PP1% 5358 T X B4, 2 R A 50t
2 X (1=3.102, P <0.05) ; Hi ik vh 41 3% 4 80,
85 dBH , BRI 5 Xf R T AR R PPL% L
LR TGE (1 =1.044 1.550,P >0.05) ,
2.3 2AFRAXREMESKATREAL R HDAC
ZK ik mRNA RiEKF L
2.3.1 2AFRAREM . EDRATHHELAH 1 %
HDAC mRNA Fi£7KF b5

15570 4 XK R 20 41 HDAC3 \HDACS
mRNA FihKF B E T X B4, 2R AR FE
X (P <0.05) ; B 2] 5 % BR 2l 740 R BU& i 41 41
i HDAC1 .HDAC2 mRNA ik /K2 S5
THEE (P >0.05) , BRI K i H 2 41
HDAC1 ,HDAC8 mRNA ik /K @ Z% T X B4,
HDAC2 mRNA FiE /K- & m T XTI, 2R A 5
THEE (P <0.05) ; BERIZ 5 %0 4] 7K B
Lz 4 HDAC3 mRNA 357KV % S LS

FREX(P>0.05) , BIBYZH 55500 IR AH 5~ AR U E
ZH 4 th HDAC1 ,HDAC2 ,HDAC3 ,HDAC8 mRNA 3
PR H A R TEG 7 B L (P >0.05) . 45
W1,
*1 HRASHRATFRARGIESRFREHERA T
I 22 HDAC mRNA RiAkF i
Tab.1 Comparison of the expression levels of class | HDAC
mRNA in the frontal lobe, hippocampus,and

liver tissues of the offspring rats between

the model group and the control group (x +s)
A5 n HDACI mRNA HDAC2 mRNA HDAC3 mRNA HDAC8 mRNA
MIBAFIRKRR 3
it 1.04 £0.31 1.00£0.08 1.00 0. 11 1.01£0.22
e 1.00£0. 12 1.00£0.04 1.01£0.19 1.01 £0. 16
PR 1.03+0.33  1.01£0.12  1.010.21 1.02+0.20
BRAFHRRR 3
i 0.85£0.26  1.14+0.48  0.64+0.12* 0.40£0.10"
e 0.69£0.15* 1.58+0.10> 0.93+0.18  0.58+0.06°
i3 0.79+0.34  0.74+0.29  0.72+0.27 1.17 £0.62

T X B HeR P <0.05,"P <0.01,

2.3.2 2AFRABRHM ESRABARFIA
2 HDAC mRNA FRikKFLLE

158 70 2 XK BRI 2H 24 v HDAC4  HDACY
mRNA KK/ i E AL T X BRZH , HDACS mRNA £
BB T IR, 2 A Gt 2 (P <
0.05) ; #5% A1 20 15 Xf B 4 48 K Bl i 4 21
HDAC7 mRNA kKl 22 S R4t i B X
(P>0.05), BRI UK B B4 2 HDACS
mRNA SRRKF B35 | TR, Z A5t &
X (P <0.05) ; #7024 5% B2 40K B S 42
F HDAC4 .HDAC7 .HDAC9 mRNA ik /K b5 22
SR FEX(P>0.05) , HRIZ 5% 4140
B E 4 47 7 HDAC4 . HDACS5 . HDAC7 , HDAC9
mRNA SRk K B 22 R L Ge i 2 B L (P>
0.05), #5RMFE2,

x2 HRBASWHRATRAREM . EDRAFRAR S
Il A 22 HDAC #J mRNA RiA KT L%
Tab.2 Comparison of the expression levels of class A HDAC
mRNA in the frontal lobe,hippocampus,and liver tissues

of the offspring rats between the model group

and the control group (xxs)
A5 n  HDAC4 mRNA HDACS mRNA HDAC7 mRNA HDAC9 mRNA
MEAFRRR 3
A 1.04£0.28 1.00 0. 07 1.00£0.07  1.02+0.18
jige) 1.03+£0.30  1.00+0.16  0.90+0.93  1.05+0.42
R 1.02+0.24  1.00+0.05 1.01+0.15 1.03x0.18
BRIATARR 3
ik 0.15£0.02%  1.41£0.14> 0.91x0.08  0.55£0.11"
g 0.88+0.06  3.32+0.15* 0.58+0.24  1.08£0.06
il 1.07+£0.30  0.98 £0.27 1.03+0.40  1.20+0.15

S IR AP <0.01,"P <0.05,
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2.3.3 2AFRKRBRHBMH.EIRFHEARAHIB
K HDAC mRNA RiXKF LR

BRI TR BB 24 HDACI0 mRNA 3%
BB AR T AL, 2 A ST (P <
0.05) ; K& B 4 5 % B2 7 A K Bl A i 2 41
HDAC6 mRNA Fih/KF HE 2 R LG it B X
(P>0.05)  BERILH TR e 2 4 HDACIO
mRNA AKX IR, Z R A gt v 8
(P <0.05) ; BEAILH 5 X} B+ OR Ui SR
H HDAC6 mRNA ZRh/KF- HB 22 St R Ge it 2 B X
(P>0.05), HERZ UK BUFIEZL S HDACG |
HDACI0 mRNA FKih/KP B 5T A, 250 A
G AR (P <0.05) o BRI 3,

2.3.4 2AFRRKBREAM . EIRAFHEALA P MR
F01IVZE HDAC mRNA RiAKFLLER
BEALAH F AR U ZH b Sirt mRNA R3k7K
FRFMT XA, Z R A G B (P <0.05) ;
HORIZL 5 % W AL AR K BB 414140 b HDACH
mRNA F KK LA R G # B (P >0.05)
R 5 ) B 2 1A BT 5 I JE 4 2L Sirt
HDACI1 mRNA Fik/KF1 H 22 R RS 5 E
X(P>0.05), &RIE4,
x4 BERASWRAFRKREAM 55 KAFAEA LR R
FAIVZ HDAC mRNA RiAKF LB
Tab.4 Comparison of the expression levels of class III
and IV HDAC mRNA in the frontal lobe,hippocampus,
and liver tissues of the offspring rats between the

£3 RUASHRETRARGT 5D REEARAI % model group and the control growp __ (x ++)
. ; 251 n Sirt mRNA HDAC11 mRNA
HDAC mRNA FikkF L4
. . Xt B2 TR K R 3
Tab.3 Comparison of the expression levels of class I B wint 1.00 £0.01 1.06 +0. 44
HDAC mRNA in the frontal lobe,hippocampus, bren 1.02 +£0.24 1.06 £0.42
and liver tissues of the offspring rats between JHFIE 0.99 +0.29 1.06 +0.42
the model group and the control group  (x £s) BORALTHURR 3 )
it 0.20 +0.05* 1.22 £0.38

205 n  HDAC6 mRNA HDAC10 mRNA g, 1.00 +0.20 1.57 +0.37

PORH R R AWN 3 JHFHE 1.03 +0. 15 1.05 £0.42
it 1.01 £0.19 0.98 +0.18 T SXF IR AL P <0.05,

e 1.07 £0.47 0.97 +0. 15 2.4 2 ABAFRAXR HDAC2 HDACI10.Sirt mRNA
JHFRE 1.01 £0.18 0.99 +0.09 RiEKTEES PPI1% (75 dB) 9<%

IR TR 3 2 PR R D2 41 HDAC2 mRNA ik
it 0.66 0. 15 0.30 £0.06" JKME5 75 dB B} PPI% 2R (r= —0.965,P <
i 1.29£0.22 0.47 0.11° 0.05) ; Zint2H 4 d HDAC10 ,Sirt mRNA 33k /K FE 5
TP 0.42 £0.21* 0.44 +0.08" 75 dB I} ) PPI% 2 IEAHC (r=0.946.0. 925, P <
T 50 A Lo P <0.05,"P <0.01 0.05), g5 RIA 1,

15 it it

w18 15 1.57
1.6 -ﬁ' . B
= Z 1.0 % 1.0 .
=14 = s
<] = =
gl2 =05 Zo0s
- < . x
a1.0 = ) = o .
T08 =

0.0%4 . . . . 0.0+4 T T T | 0.044 T T T ]

40 50 60 70 80 40 50 60 70 80 40 50 60 70 80
PPI (75dB) PPI (75dB) PPI (75dB)

E1 2AFRAR HDAC2 HDACI10,Sirt mRNA FRiAkFES PPI1% (75 dB) BIfH <&
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